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lean body mass may be the important variable.  However, if height is
critical (and it is critical to the calculation of lean body mass) ,
nutritional factors, if relevant, must begin to operate during adoles-
cence or earlier, as was pointed out by MacMahon (1975). De Waard et al.
(1977) suggested that approximately one-half of the differences in inci-
dence of breast cancer between Holland and Japan can be attributed to
differences in body weight and height.
In an analysis based on a long-term prospective study conducted by
the American Cancer Society from 1959 to 1972, Lew and Garfinkel (1979)
examined the relationship between mortality from cancer and other
diseases and variation in weight among 750,000 men and women selected
from the general population.  Cancer mortality was significantly elevated
in both sexes only among those 40% or more overweight. For men, most of
the excess mortality resulted from cancer of the colon and rectum; for
women, cancer of the gallbladder and biliary passages, breast, cer-
vix, endometrium, and ovary were the major sites.  It was not possible
to evaluate the relative importance of overweight in comparison to total
caloric intake or intake of other nutrients.  Therefore, it cannot be
assumed that obesity as such is the major risk factor. Nonetheless, most
studies confirm a relationship between obesity and caloric intake, and in
the absence of definitive information from studies that have separated
the effects of caloric intake and fat intake, e.g., Miller e£ _al.. (1978)
and Jain et_ al_. (1980) (discussed above), it is reasonable to assume that
high total caloric intake is a risk factor for some sites identified in
other studies.
EXPERIMENTS IN ANIMALS
Tannenbaum (1942a,b, 1944, 1945a,b) examined the effects of caloric
restriction upon the development of spontaneous and chemically Induced
tumors in several strains of mice. Growth of benzo[ajpyrene-induced
tumors was inhibited by caloric restriction to different extents in ABC,
Swiss, or DBA mice (Tannenbaum, 1942a) . The level of dietary fat
affected growth of skin tumors or spontaneous and chemically induced
breast tumors, but not of sarcomas or lung tumors (Tannenbaum, 1942b).
Caloric intake was restricted by controlling the amount of starch added
to a diet containing commercial ration and skim milk powder. Mice whose
daily dietary intake was 11.7 calories exhibited 25% more spontaneous
mammary tumors than mice whose intake was 9.6 calories (Tannenbaum,
1945a).  The incidence of benzpyrene-induced tumors was similar in mice
ingesting 11.7 and 9.6 calories per day, but when caloric intake dropped
to 8.1 calories daily, tumor incidence fell by 38% (Tannenbaum, 1945a) .
Among mice ingesting 11.7 calories daily, those receiving 18% of the
calories from fat developed 70% more spontaneous mammary tumors than
those whose diets contained only 2% (approximately 4% of calories) fat.
Tannenbauitt cpncliicteii t-tot dietary fat exerted a specific influence over
and above its caloric contribution (Tannenbaum, 1945b).

